Introduction
Rabbit venereal spirochaetosis is a sexually transmitted bacterial disease caused by Treponema paraluis-cuniculi. It In the experiment to test male-to-female venereal transmission of T paraluis-cuniculi one experimentally infected male rabbit (No 82673) was enclosed with four normal female rabbits. The male rabbit had been infected intratesticularly, intraurethrally, and under the prepuce (Table I) (table II) . The early lesions appeared as small areas of erythema and induration in the skin, which gradually enlarged. These early lesions were very similar to early T pallidum lesions in rabbits.3 They reached their maximum size (usually 5-9 mm diameter induration) at various times between 10 and 136 days after inoculation (table II) and then regressed at varying rates. In four of the rabbits the lesions disappeared between 55 and 70 days after inoculation; in another two at about 218 days and in another three the lesions were still present 365 days after inoculation, at the end of the observation period.
Both the RPR test and TPHA gave positive results 84 days after inoculation, indicating that the infection had stimulated both a specific and nonspecific antibody response in the rabbits.
As the dermal lesions faded they became less indurated with a smaller zone of erythema. In most cases the lesion surface became granular and crumbled on gentle abrasion. In three rabbits (Nos 14, 21, and 23) secondary (or satellite) lesions formed 10 and several give extensive clinical and histological details of the disease after natural and artificial infection.4 1114 The disease is apparently widespread in European wild and laboratory rabbits, North American laboratory rabbits, and European hares,' although there are no reports of it being present or absent in other parts of the world. On the basis of our serological survey of Victorian rabbits we tentatively conclude that the disease is absent from Australia.
The reason for this must presumably be that the rabbits which became successfully established as feral populations were free of the disease, either because the introduced rabbits were carefully selected or fortuitously. It is unlikely that a disease which does not cause rabbits to become systemically ill would have resulted in their keepers killing them off on the long sea voyage to Australia. There are other instances of parasites of European wild or domestic rabbits which either did not arrive or failed to become established in Australia, for example, Spilopsyllus cuniculi, the European rabbit flea,'5 and Encephalitozoon cuniculi.'6 On the basis of a study of sera from 20 Victorian hares which gave negative serological results treponemal disease is probably absent from this population also, although 27% of European hares had positive serological results for syphilis. ' The reported incidence of rabbit venereal spirochaetosis in naturally infected populations varies considerably. McLeod and Turner'4 found only six rabbits out of 1800 with treponeme-containing genital lesions in a survey of North American laboratory rabbits. Fried In retrospect it appears that it may have been wiser to screen the wild Victorian rabbit sera with the TPHA rather than with the RPR test as the former gave uniformly positive results in infection. The RPR test was used however because it is generally considered to be the appropriate screening test in serological surveys of syphilis. Nevertheless, it is unlikely that our conclusions on the absence of this disease in wild Victorian rabbits would be altered by retesting all sera with the TPHA. The eight RPR-positive (or weakly positive) sera were all TPHA-negative and these are the sera most likely to have been from T paraluis-cuniculi infected rabbits.
Our demonstration of venereal transmission of T paraluis-cuniculi between rabbits was not new; others have previously done so."-3 However, our experiments did show that Australian laboratory rabbits were readily susceptible to this bacterium and that the absence of infection in the wild population, including rabbits known to be partly domestic in origin, is probably not due to innate rabbit resistance to the disease but to a failure of the pathogen to be introduced.
Our observation that T paraluis-cuniculi could be readily isolated from labial scrapings in infected female rabbits, even in the absence of microscopic lesions, has also been reported.'3 While our rabbits developed genital lesions about five months after cohabitation with infected mates, Noguchill reported that a male rabbit developed lesions after three months in a similar situation. These time periods are not significantly different.
Two of the offspring of an infected, serologically positive female rabbit were themselves RPR-negative and apparently normal in every respect. This suggests that the infection did not become systemic and that a bacteraemia was not established, supporting earlier observations.' 1 3 In general, maternal rabbit antibodies of any immunoglobulin class will pass into the fetal circulation,2' so our failure to detect antibodies reacting in the RPR test in these newborn rabbits is difficult to understand.
